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Dynamic study of the effect of hyperbaric oxygenation comprehensive treatment on the biochemical parame-

ters of blood in patients with head injury XUE Lei”
Medical University ,Guangzhou 510515, China

[ Abstract] Objective

,FAN Jian-zhong.

To observe the changes of malondialdehyde ( MDA) ,

* Nan Fang Hospital, The First Military

superoxide dismutase ( SOD-

1) in serum and plasma endothelin ( ET)and angiotensin II( AIl ) in patients with severe closed head injury before

and after being treated with hyperbaric oxygenation (HBO).

Methods

Fifty patients were recruited. Thirty-two

patients were treated with HBO in addition to the conventional management (HBO group) and the other eighteen pa-

tients without HBO except for conventional management served as the controls ( control group). Thirty healthy volun-

teers served as normal controls (normal group). Activities of MDA

trometry and radioimmunoassay in all the subjects,

respectively, during the study.

,S0D-1,ET and Al were measured with spec-

Results  Before treatment,

there was a significant difference between the normal group and HBO group as well as the control group in regard to

the activities of the 4 parameters( P <0.01). There was a significant difference between patients scored 3-5 with GCS

and those scored 6-8 with GCS in regard to the activities of the 4 parameters( P <0.05).

Relative lower GCS was

found in patients with higher MDA ,ET and A Il and lower SOD-1. After treatment with HBO, the difference between
the HBO group and the control group was not significant (P >0.05) as the 4 parameters were concerned. The pa-

tients scored 3-5 with GCS in the control group were significantly different from those scored the same with GCS in the

normal group in terms of the SOD-1 and MDA. Higher GCS was found in patients with low activities of MDA, ET and

AII but high SOD-1 levels. Favourable changes of GCS and GOS were observed in patients in the HBO group as com-

pared with those in the control group (P <0.05). Conclusion

The levels of SOD-1,

MDA, ET and All are

closely related to the severity of brain injuries, and thus could be used as an index of therapeutic effectiveness and

prognosis for patients with brain injury.

[ Key words] Hyperbaric oxygenation; Malondialdehyde ;

Angiotensin Il ;  Brain injury
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F1 XTHRLS HBO AIAYT AT 4 D8R L (7 £5)

A 1% GCS(43) SOD-1 (pg/L) MDA ( mol/L) ET(pg/ml) All(ng/L)
IEH A 30 350.5+92.8 3.71+0.92 50.80 +6.66 46.89 £6.33
Xt B2 12 6-~84 297.9 +86.7 4.58 £0.76 70.33 +7.65 68.66 +6.78
6 3~5* 224.3 +75.8 5.88 +0.98 80.34 +8.19 89.23 +8.76
HBO #{ 20 6~84 305.0 +80.9 4.65 +0.90 69.35 +7.34 67.56 £7.32
12 3~5% 219.1+90.0 5.95+1.28 80.34 +7.11 87.69 +7.89

VE 2 SR 5 IERE LA, P <0.01; 4 5450 5~ L&, P>0.05;4 55" [L#, P <0.05
F2 XTHEAS HBO AiBYT )R 4 WiHEAR LEE (7 £5)

A5l 1% GCS(4) SOD-1(pg/LL) MDA ( mol/L) ET(pg/ml) All(ng/L)
EH A 30 350.5 +92.8 3.71£0.92 50.80 +6.66 46.89 +6.33
it B 20 13 6~84 347.5 £91.0 3.82 +0.80 53.23 +5.71 50.07 +5.00
5 3~5* 320.0 +97.4 5.00 +0.89 69.07 +6.88 59.78 +7.65
HBO 4 27 6~84 352.0 +88.5 3.86+0.76 52.56 +6.08 50.78 £7.94
5 3-~5 330.5+95.0* 4.60+0.83 " 56.07 +7.014 48.50 +5.884
VE A SIEWALILE, P >0.05; * SIEW UL LS, P <0.05
x®3 XI5 HBO 413677 /5 GOS 1&g dependent ) diabetes mellitus. Diabetologia, 1993, 36 470-472.
P @ Mgﬂﬂ_ Eprgyﬁﬁ Jmﬁﬁﬁ *H%’JJ%?& ?ET:W 3 Efﬁfﬁ, TETE, AL, . WAMIIE R N e AR k. rh AR A
BOBIB(%) BIE(%) BIE(%) BI%(%) (%) BlZeak, 1995, 11, 14-15.
HBO 4L 32 10(31.2) 16(50.0) 3(9.3)  2(6.2) 1(3.1) 4 T, R, T, . A R R RS TR 1
XPHRZE 18 2(11.1)  5(27.7) 7(38.8) 2(11.1) 2(11.1) KZ. PEREA e, 1992, 2, 610-613.
1. %R 2H 5 HBO 41 [b#, P <0.05 5 FAEW, BiEs. SCHEEAS. U, sAsti et , 1997, 46-51.
BEan, TRIEME, T 3622 45 W UIRYT B P A M I 005 X5 I v
2 £ X W B A A AL AL R S . P AERYT 4k, 1999, 22,
LOBRIEN, B, 5. IR O R R LR S LR K i 198-200. -
g, PRI, 2000, 16 49-50. (ki F 3 :2002-08-04)
2 Mahdrop-poulsen T, Corbett JT, Mcdaniel ML, et al. What are the types (AR SC G 48 - FIE )

and cellular sources of free radicals in the pathogenesis of type I (insulin-
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